IN PREVIOUS investigations we have
shown that the renin content of the blood and of the kidneys of patients with hypertension and of dogs with chronic hypertension due to renal ischemia is similar to that found in controls of both species. [1] [2] [3] Clamping of the renal artery brings about a rapid increase within the first 20 minutes in the amount of renin in the kidney. This usually reaches a peak within 60 minutes after the initiation of the ischemia.4 If the renal ischemia is prolonged the quantity of renin diminishes, even though the blood pressure remains elevated, and in a variable number of days decreases to normal. These experiments, which are in keeping with observations made in man and in experimental animals, 5-'3 
RESULTS
The results appear in table 1. The quantity of renin found in the blood and in the tissues obtained by renal cortical biopsy of the hypertensive dogs varied with respect to that found before the ischemia was produced according to the time elapsing between clamping the artery and taking the samples. In 1 animal (no. 34) with ischemia of 4 days duration, a marked increase of kidney renin was observed. In 2 (nos. 47, 53) in which the determinations were made after 7 and 10 days, respectively, the increase was only slight. In 8 of 9 dog kidneys undergoing ischemia of more than 22 days duration, the renin content was almost the same as the control values; in only 1 level found to be significantly higher after the ischemia than before. The renin found in the kidney increased in all cases during the tinie the grafted organ was in the neck of the receptor. This increase in renins coitent of 25 to 100 per cent, although moderate, was significant by our method of testing, and appeared regularly in all the kidneys grafted, with the exception of the iseheiimie kidney of 4 days duration in which the amount of reniin in the kidney before removal was very high and remained so during the period inl which it was grafted.
The blood pressure of the recipient animal increased in 10 of 12 experiments from 10 to 60 mm. Hg. In 2 animals (nios. 47, 49) 110 change in blood pressure was observed although the renin content increased 25 per cent in the grafted kidney. DIscussIsoN The results of these investigations show that the renin content of the kidney returned to normal in all those animals in which the ischemia was sufficiently prolonged. The increase found in 1 dog after 63 days of ischeinia is difficult to explain. It may be that the rather prolonged surgical maneuvers necessary to obtain the biopsy gave rise to an ischemia sufficient to cause a transient increase in the renin content.
The remaining results are in keeping with our previous investigations. During the time in which the isehemic kidney from the hypertensive dog was grafted into the normotensive recipient, its renin coittent was imcreased. This increase can be explained by a reduction in renal blood flow due to 2 mechanisms: (a) the fact that the kidney must, perforce, be irrigated at the lower blood pressure of the norinotensive recipient, and (b) that a reduction of the vascular lumen is brought about at the site of anastomosis of the renal artery to the carotid artery of the receptor. As we have shown in earlier investigations,4 an acute, iiicoinplete isehemia gives rise to a rapid increase in kidney renin content. Therefore, these grafting experiments, per se, do not allow a conclusion that the kidney of the animal with chronic hypertension liberates a substance, renin or other, that acts as a mnediator for humoral hypertension.
These experiments, as well as ouir lrevious studies showing that the amouit, of renin ill human and also in experimental animal kidneys increases during the initial stages of renal ischeinia and later returns to normal, lead one to think that renin interveiies in the elevation of blood pressure under eircumnstances in which the renal blood flow is acutely reduced. When the factor determiiningr the reduced flow is maintained, as happens in the animal with a clamp on the artery, other mechanisms are brought into pslay so as to maintain the blood pressure at sufficiently high levels to assure an efficient retial blood flow. Under these circumstances the renin content of both kidney and plaslna returns to normal levels.
The results obtained in one of our experinments (fig. 1) 
